Introduction
Human transthyretin ('ITR), previously referred to as pre-albumin, is a protein involved in the transport of thyroxin and retinol (11, 12, 21, 24) . This protein, composed of four identical subunits, has a molecular weight of approximately 55,000. Its amino acid sequence and three-dimensional structure are known (2, 18) . The synthesis of 'FTR in the liver and TTR release from this organ are well documented (7, 9, 14, 26) . Recently, the choroid plexus has been shown to be another site for 1TR production (6, 7, 14, 20, 26 ;.,.' .,,-, .
-: Figure 1 . pTTR-lR is localized to epithelial cells of the choroid plexus (a) and to hepatocytes of the liver (b). The rabbit antiserum to pTTR, diluted 1 4000, followed by the ABC technique and diaminobenzidine, was used on B-5-fixed and paraffin-embedded porcine specimens. Bars = 50 tm. 
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,s, Note that the exocrine parenchyma is non-reactive. The rabbit antiserum to hTTR, diluted l4000and followed by the ABC technique and diaminobenzidine as the chromogen, was used on a B-5 fixed and paraffin.embedded surgical specimen. Ban = 50 tm. (1 ig per dot) onto a nitrocellulose membrane (original size 9.5 x 7 cm) and the antigens treated with PFA, B-5, and Bouin'sfixative, respectively, for 10 mm. Incubation with MAb reactive with hTTR (9, 16, 19, 21, and 25) and crossreactive with pTTR (11, 13, 14, 22, and 24) was followed by the indirect immunoperoxidase method with diaminobenzidine as the chromogen.
All fixatives permit antigen detection by the MAb and the B-5 fixative shows a stronger TTR-lR in some cases than in non-fixed dots. Note that the crossreactlng MAb recognize the Bouin-fixed antigen. CPancreat ic islet cells. :
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Distribution of ITR-IR in Pancreatic Islet Cells
In human pancreatic islets the most intense hITR-IR occurred in the glucagon (A) cells ( Figure  3 ). This was verified by immuno- This seems to correspond to a higher rate ofm synthesis and secretion by the former cells as compared to hepatocytes (6, 7, 14, 20, 26) . However, the liver is still believed to constitute the main site for 'ITR production owing to its large size (6, 9, 14, 26) .
Our original report of hTFR-IR in glucagon-containing A-cells (15) 
